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The effects of coronary artery recanalization by intra-
coronary administration of streptokinase on left ven-
tricular function during acute myocardial infarction have
received increasing attention in recent years. Although
myocardial dysfunction is often more pronounced in the
right ventricle than in the left ventricle in patients with
acute inferior wall myocardial infarction, the effect of
coronary artery recanalization on right ventricular dys-
function has not been previously addressed. Accord-
ingly, in this investigation, 54 patients who participated
in a prospective, controlled, randomized trial of reca-
nalization during acute myocardial infarction were
studied.
Among 30 patients with inferior wall infarction, 19
had right ventricular dysfunction on admission; 11 of
these 19 had positive uptake of technetium-99m pyro-
phosphate in the right ventricle, indicative of right ven-
Right ventricular infarction is a well described entity with
characteristic clinical (1-4). electrocardiographic (5-8),
hemodynamic ( I A,7,9-11) and scintigraphic features
(12-17). The increasing availability of hemodynamic mon-
itoring and bedside cardiac scintigraphy in patients with
acute myocardial infarction has shown that right ventricular
infarction is by no means rare. Furthermore, its recognition
IS clinically important, since it may require special therapy,
particularly in patients with hypotension, shock or conges-
tive heart failure (I).
Coronary artery recanalization during acute myocardial
infarction is an exciting new approach that may salvage
acutely jeopardized myocardium (18-24) and improve pa-
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tricular infarction. Patients with successful recanaliza-
tion (n =6) exhibited improved right ventricular ejection
fraction from adinission to day 10 (26 ± 7 to 39 ± 14%,
P < 0.03). However, control patients (n = 6) and pa-
tients who did not undergo recanalization (n = 7) also
exhibited improvement (20 ± 7 to 29 ± 11% [p < 0.021
and 30 ± 8 to 40 ± 6% [p < 0.03], respectively). Im-
provement in several other variables of right ventricular
dysfunction evolved at an equal rate with the ejection
fraction changes. Patients with or without right ven-
tricular infarction improved similarly.
These data indicate that the right ventricular dys-
function commonly associated with inferior wall infarc-
tion is often transient, and improvement is the rule,
irrespectiveof early recanalizationof the "infarct vessel."
(J Am Coli CardioI1985;5:1029-35)
tient survival (24-25). Preliminary randomized studies
(19,22-24) have also shown improved global and regional
left ventricular function in patients who successfully under-
went recanalization by intracoronary administration of strep-
tokinase. On the other hand, in control patients or patients
without successful coronary recanalization, left ventricular
function failed to improve (23-26).
The effects of coronary artery recanalization on right
ventricular function in patients with right ventricular dys-
function during acute myocardial infarction have not been
previously addressed. Accordingly, we specifically studied
right ventricular function in patients participating in a pro-
spective, controlled, randomized trial of streptokinase in-
fusion during acute myocardial infarction.
Methods
Treatment protocol. A prospective, controlled, ran-
domized trial to investigate the effects of coronary artery
recanalization in patients with acute myocardial infarction
is in progress at The Methodist Hospital, Baylor College of
Medicine in Houston, Texas. Preliminary results have been
0735-1 cm /85/S3. 30
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presented previously (26,27). In brief, the trial design is as
follows . Patientsadmitted to The Methodist Hospital within
6 hours of onset of symptoms and with electrocardiographic
findings suggestive of acute myocardial infarction were
screenedand requested to participate in the trial. After writ-
ten informed consent was obtained, the patients were ran-
domized to one of three groups: group I = control group
(n = 16), group 2 = nitroglycerin-treated group (n = 19)
and group 3 = streptokinase-treated group (n = 29); 54 of
these patients form the basis of this report. Patients in the
latter two groups underwent immediatecardiac catheteriza-
tion during which they received intravenous lidocaine, in-
travenous heparin (5,000 units) and intracoronary nitro-
glycerin (0.2 mg). Subsequently, they were maintained on
nitrate therapy (by continuous intravenous infusion of ni-
troglycerin for 24 hours and later oral nitrate administra-
tion), aspirin (0.3 gr daily), dipyridamole(75 mgthree times
daily) and intravenous heparin until fully ambulatory. The
only difference between groups 2 and 3 was that the latter
received intracoronary infusionof streptokinaseas an initial
bolus of 20,000 IV in the "infarct vessel" followed by an
infusion at the rate of 4,000 Il.l/rnin until a total dose of
250,000 IV was administered. Group I (control) patients
did not undergo cardiac catheterizationand were treated by
standard coronary care unit regimen.
In all cases, the presence of myocardial infarction was
confirmed by creatine kinase-MB isoenzyme analysis. The
location of myocardial infarction was determined by the
electrocardiogram and technetium-99m pyrophosphate scans.
Radionuclide angiogramswere performedon admission (be-
fore any intervention) and again 7 to 10 days later. Tech-
netium-99m stannous pyrophosphate scans were performed
at 72 hours.
Radionuclide angiography. Gated equilibrium radio-
nuclide angiography was performed after the injection of 5
mg of sodium-stannous pyrophosphate and 20 to 30 mCi of
sodium pertechnetate for red cell labeling. Imaging was
performed with a mobile single crystal gamma camera
(Technicare420), using a low energy, parallel hole, general
purpose collimator. Sixteen frames per cardiac cycle were
obtained. Images were obtained in the anterior, 70 and 40°
left anterior oblique with 10 to 15° caudal angulation on a
64 x 64 matrix for a total of 200 counts per pixel over the
left ventricle. The energy window of the gamma camera
was set on the 140 keY photopeak with a 20% window.
Left ventricular ejection fraction was calculated semiau-
tomatically as previously described (28,29). Right ventric-
ular ejection fraction was calculated semiautomatically us-
ing a variable region of interest technique after background
subtraction (30). Notwithstanding the problem of incom-
plete right atrial/right ventricular separation with this tech-
nique, the reproducibility of the right ventricular ejection
fraction in our laboratory is good (1.2 ± 4.6%) (mean
difference ± SD between paired determinations). Image
processing was performed on a 560 Technicare computer
by the same observer, who was unaware of the patient's
treatmentgroupor clinical findings . Imageswere interpreted
on the computer's oscilloscope in cine format.
Right ventricular motion was analyzed only in the 40°
left anterior oblique projection and graded on a scale of 3+
= normal motion, 2+ = mild hypokinesia, I + = severe
hypokinesia, 0 = akinesia and - I = dyskinesia. Com-
puter-processed end-diastolic and end-systolic ventricular
edges were displayed in cine mode to ascertain the wall
motion. Maximal right ventricular/left ventricular diameter
ratios were measureddirectly on the computer oscilloscope
in end-diastole and end-systole on the 40° leftanterior oblique
projection (31). The reproducibility of this ratio was tested
in20 paireddeterminations, A correlationcoefficientof 0.89
(p < 0.0001) and a mean difference of 4% (p = NS) were
found. The counts on both ventricles at end-diastole and
end-systole were directly calculated after background sub-
traction from the time-activity curves. A ratio was then
calculated between the counts in the right ventricle and the
left ventricle. The "stroke counts" for each ventricle were
obtainedby subtracting theend-systolic counts fromtheend-
diastolic counts. The ratio of right ventricular to left ven-
tricular " stroke counts" was calculated (32-34).
The normal valve (mean ± SD) for right ventricular
ejection fraction in our laboratory is 49 ± 4%. On this
basis, right ventricular dysfunction was considered to be
present when the initial right ventricular ejection fraction
was less than40%associatedwithabnormal right ventricular
wall motion. No patient had more than mild chronic pul-
monary disease. Pulmonary embolism was not suspected in
any of the patients.
Technetiurn-99rn stannous pyrophosphate scintigra-
phy. Technetium-99m pyrophosphate scans were per-
formed 2 hours after an intravenous injection of 15 mCi of
technetium-99m stannous pyrophosphate, in the anterior,
40° left anterior oblique and left lateral projections, to a
total of 200,000 counts per image. Myocardial uptake was
noted and expressed on a scale of 0 = negative uptake,
I + = equivocal uptake, 2+ = mild uptake (less than in
the ribs), 3+ = intense uptake (equal to the ribs) and 4 +
= very intense uptake (greater than in the ribs) (13,35).
Myocardial uptake was considered to be localized to the
right ventricle when it extended to the right of the inter-
ventricularseptum, in close proximity to the sternum in the
left anterior oblique view and to the right and superior to
the inferior wall uptake, frequently merging with the ster-
num in the anterior view (7,13,14) .
Statistical analysis. Pre-and postintervention data were
analyzed with Student's paired and unpaired t tests. Differ-
ences amonggroups werecalculatedby analysisof variance.
A probability (p) value of less than 0.05 was considered
significant. The data are expressed as the mean ± standard
deviation.
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Figure I. Global left (LV) and right venlricul~r (Ry ) ejection
fraction (EF) in64 patients with anterior (A) and inferior (I) myo-
cardial infarction.
Results
To date. 64 patients (52 men, 12 women. mean age 57
::t 8 years) have been randomized in this protocol. Fifty-
four patients have had complete early and late scans.
Scintigraphic findings in anterior versus inferior in-
farction, The global left and right ventricularejection frac-
tions in patients with anterior or inferior myocardial infarc-
tion are shown in Figure I. The 24 patients with anterior
wall myocardial infarction had depressed left ventricular
ejection fraction but normal right ventricular ejection frac-
tion on admission. None of these 24 patients had positive
right ventricular uptake of technetium-99m pyrophosphate.
but 22 had positive left ventricular uptake.
There were 30 patients with inferior wall myocardial
infarction. of whom 28 had positive left ventricular upt~ke
of tcchnetium-99m; the 2 remaining patients had negative
left ventricular uptake. These 30 patients with inferior in-
farction had preserved left ventricular but depressed right
ventricular ejection fraction (Fig. I). Left ventricular cjec-
tion fraction on admission was significantly lower (p <
0.00 I) in patients with anterior than in those with inferior
infarction . The admission right ventricularejection fraction.
however, was significantly lower (p < 0.00 I) in patients
with inferior than in those with anterior infarction. Only
one patient with anterior wall infarction had a reducedright
ventricularejectionfraction. Nineteen of the 30 patientswith
inferior wall myocardial infarction . however. had a right
ventricular ejection fraction of less than 40% accompanied
by right ventricular wall motion abnonnalities. Only these
19 patients were subsequently analyzed.
Clinical characteristics of patients with right ventric-
ular dysfunction. There were 15 men and 4 women with
a meanage of 59 years (range 31 to 71). Noneof the patients
had shock or pulmonary edema on admission. Moderate
systolic hypotension « 100 mm Hg) was seen in four pa-
tients. One patient developed transient first degree atrio-
ventricular(AV) block. Two patients developed ventricular
fibrillation, one shortly after admission and one in the cath-
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eterization laboratory; both underwent successful cardio-
version. No patient died during hospitalization .
Five patients underwent coronary artery bypassgraft sur-
gery between 10days and 4 weeks after admission because
of recurrent postinfarction angina. In three patients. the
infarct vessel had been successfully recanalized, in one the
infarct vessel failed to recanalize and one was a control
patient. The remaining 14 patients recovered uneventfully.
Coronary angiographic and hemodynamic findings in
patients with right ventricular dysfunction. Corona~ an-
giography in the 13 patients in the streptokinase- and rntro-
glycerin-treated groupsduring the acute infarctionp~ase and
in the three control patients 4 to 6 weeks later disclosed
proximal right coronary artery occlusion (usually before the
origin of the right ventricular acute marginal branch) in.all
but two of these patients. These two patients had occlusion
of a dominant circumflex artery. Single vessel coronary
artery disease was found in only four patients. Of the other
12 patients, 6 had double and 6 had triple vessel disease.
The distribution of single, double and triple vessel disease
was similar among the three groups of patients.
Hemodynamic measurements in the 13patients undergo-
ing cardia~ catheterization shortly after admission reve~led
" classic" findings of right ventricularinfarction(meanfight
atrial/mean pulmonary wedge pressure ratio ;:::0.65 with a
" square root sign") in only two patients.
Technetium·99m pyrophosphate scans in patients with
right ventricular dysfunction. Eleven of the 19 patients
with inferiorwall infarction associatedwith right ventricular
dysfunction had a positive right ventricular uptake of tech-
netium-99m pyrophosphate .
Right ventricular function related to coronary reca-
nalization. For the purpose of relating the changes in left
and right ventricular function to coronary vessel patency.
the 30 patients with inferior wall infarction were regrouped
according to the presence or absence of coronary recanal-
ization after the interventions. An infarct-related coronary
artery was considered to be recanalized if improvement in
distal flow and runoff were seen after the intervention.
Of the /9 patients with right ventricular dysfunction . 6
were in the control group. 6 were in the recanalized group
(5 of these had recanalization with streptokinase and I with
nitroglycerin) and 7 were in the nonrecanalized group (in 2
of these. streptokinase infusion and in 5 nitroglycerin in-
fusion had been unsuccessful). The data on the right ven-
tricular variables for each individual patient are displayed
in Table I. The pertinent values for patients in the control,
recanalized and nonrecanalized groups are summarized in
Table 2.
The right ventricular ejection fra ction was depressed on
admission in the 19 patients considered as a whole and
improved on follow-up (28 ::t 8 to 36 ± II % [p < 0.001]).
It improved in all three groups (Fig. 2. Table 2). In the
patients with positive right ventricular technetium-99m py-
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Table 1. Right Ventricular Variables in 19 Patients With Inferior Wall Infarction and Right Ventricular Dysfunction
D1AM CNT RVILV-
RV-EF RV-WMS D1AM RVILV-ED RVILV-ES ED CNT RVILV-ES RVILV " SV CNT"RV ___
Case Group Rec PYP E L E L E L E L E L E L E L
I STK Y + 33 34 1 I 0 .83 0.68 1.06 0.8 1 0.73 0 .84 1.30 1.14 0 .25 0.55
2 STK Y 15 33 I 2 1.05 0.93 1.30 1.27 1.35 1.36 2.22 1.68 0 .58 1.11
3 STK Y + 19 17 I 1 1.00 0.73 1.23 0.93 1.37 0.81 1.95 1.14 0.64 0.5 4
4 STK Y 31 49 2 3 1.06 0. X9 1.36 0.93 1.06 0.75 1.99 0 .90 0.42 0.64
5 STK Y + 28 48 I 3 0.94 0 .8 1 1.23 1.14 1.15 0 .87 2. 19 1.2 1 0.49 0 .6 1
6 NTG Y 30 49 I 3 1.26 0.94 1.66 1.16 1.5 1 0 .92 2.43 1.14 0 .76 0 .7X
7 NTG N + 25 48 I 3 1.00 0 .84 1.25 1.00 1.06 0 .X9 1.86 1.24 0 .56 0 .66
8 NTG N + 28 3 1 2 2 0.91 0 .89 0.94 0 .93 0 .91 0 .X9 1.25 0.96 0.60 0.X2
9 NTG N + 32 35 I 2 1.00 0.8 3 1.40 1.23 1.01 o.n 1.92 1.38 0.49 0 .65
10 NTG N + 33 46 2 2 1.16 1.00 1.44 1.08 1.33 0.97 2.66 1.55 0 .65 0 .66
II NTG N 39 43 2 3 0.76 0.69 0.89 0 .79 0.77 0.79 0 .99 0 .89 0.55 0.69
12 STK N 39 44 2 3 0 .65 0.69 0. 75 0.70 0.62 0.80 0.63 0 .7 1 0.60 1.0.1
13 6TK N + 16 36 I 2 1.06 1.00 1.60 1.10 1.65 2.03 7.76 4.28 0 .29 1.01
14 CTR + 13 12 I I 1.00 1.00 1.14 1.45 1.36 1.33 2.18 1.94 0.39 0 .80
15 CTR 14 20 I 2 0 .80 1.00 1.00 0 .94 1.15 1.42 1.55 1.69 0 .45 0.95
16 CT R 16 30 I 2 1.19 0.9 1 1.66 LOU 2.23 1.45 4.5 2.()4 0.8 5 0.98
17 CfR + 2 1 36 1 2 1.18 0.95 1.23 0.93 1.23 0.X3 2. 11 0 .87 0.52 0.79
18 CTR + 26 34 1 2 1.06 U.82 1.06 1.00 1.41 0 .98 2.6 1.57 0.37 0.59
19 CTR 31 42 I 3 0 .72 0 .87 0 .79 0 .79 0 .72 1.0 0 .77 0 .91 0 .59 1.15
CNT = counts; CTR = control; D1AM = diameter : E = early (admission): ED = end-di astole: EI-' = ejection fraction (0/,,) ; ES = end-systole;
L = late; LV = left ventricle; N = did not undergo recanal ization; NTG '-' nitroglycerin: PYP = technetium-99m pyrophosphate scan; REC =
recanalized; RV = right ventricular; STK = streptokinase; SV = stroke volume; WMS = wall motion score: Y = did undergo recanalization: + and
- = positive and negative right ventricular pyrophosphate scan. respectively .
rophosphate uptake , the ejection frac tion improved from 25
:±: 7 to 34 :±: II % (p < 0.0 I), whereas in those with
negative right ventri cular uptak e of technetium-pyrophos-
phate, it improved from 27 :±: II to 39 :±: 10% (p < 0.0 I).
The changes in right ventricular wall motion score were
concordant with those in right ventri cul ar ejection fraction .
The wall motion score was depressed on admission for the
group as a whole and subsequently improved from 1.3 ±
0.6 to 2.2 :±: 0.7% (p < 0.(01 ). Right ventricular wall
motion improved similarly in the control, recanalized and
nonrecanalized groups (Fig. 3. Table 2) .
The end-systolic diameter ratio decrea sed in the recan -
alized, nonrecanalized and control patients, but the changes
were only significant in the first two groups (Table 2). Th e
right ventricular/left ventri cular count ratios in systo le also
decreased in the recanal ized , nonrecanalized and co ntrol
patient s; aga in the chan ges were only significant in the first
two groups . The right ventri cular/left ventricular " stroke
counts" ratio increased in the recanalized, nonrecanalized
and control patients. The changes only achieved statistical
significance in the latter two groups.
Left ventricular function in patients with right ven-
tricular dysfunction. In the 19 patients with .inferior wap
infarction and right ventri cul ar dysfunction . the left ven-
tricul ar ejection fraction was 54 :±: 13% on admi ssion and
54 :t 12% on follow-up (p = NS). Left ventricular ejection
Table 2. Summary of Right Ventricular Variables in the Three Patient Groups
DIAM RV/LV-ES CNT RVILV-ES
Patient
Group
RV-EI-'
E L
RV-WMS
E L E L E L
RVILV
E
"SV CNT"
L
REC
Non-REC
CTR
26 39
± 7 ± 14
p < 0 .03
30 40
±8 ±6
p < 0 .02
20 . 29
± 7 ± II
p < 0.02
1.17 2. 17
± 0.41 ±0.98
p < 0.05
1.5 2.3
±0.5 ±0.5
p < O.Oj
1.0 2.0
± O ± 0.6
p < 0 .05
1.3 1.04
±0.2 ±0. 18
p < 0.02
1.1 0 .95
±0.29 :to.2
p < 0 .05
1.13 1.04
±0.3 :t o .22
p = NS
2.0 1.2
± 0.4 ± 0.25
p < 0.005
1.55 1.12
±O. 73 ±0.32
p < (l.05
2.28 1.5
-:+:1.25 ±0.5
p = NS
0.52 0.70
±0. 18 ±0.2 1
p = NS
0.57 0 .75
:to.Oj ±O . r4
p < 0.02
0.53 0 .87
±0. 17 ± 0. 19
p < 0.005
NS = not significant: other abbreviations as in Table I.
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Figure 2. Right ventricular ejection fraction (RY-EF) in the three
patient groups with inferior wall infarction. CTR = control: E =
early: L = late (7 to 10 days): NON-RECAN = nonrecanalized:
RECAN = recanalized.
fraction was similarly well preserved on admission and re-
mained stable on follow-up in all three patient groups: 50
± 13 to 51 ± 9% (p = NS) in the control group: 54 ±
9 to 59 ± 6% (p = NS) in the recanalized group and 57
± 16 to 56 ± 18% (p = NS) in the nonrecanalized group.
These values were not statistically different in any of the
groups.
Analysis of the left ventricular regional wall motion in
the infarction location in the 19 patients with combined
inferior wall infarction and right ventriculardysfunction also
revealed that only patients with successful recanalization
had a significant improvement in the regional ejection frac-
tion of the regions with infarction (37 ± 12 to 55 ± 15%.
p < 0.0 I). In contrast, patients in the nonrecanalized and
control groups showed a slight nonsignificant deterioration
of the regional ejection fraction; 51 ± 17 to 45 ± II %
(p = NS) and 46 ± 15to 42 ± 13% (p = NS), respectively.
Discussion
Prevalence of right ventricular dysfunction. The main
purpose of our investigation was to study the effects of
coronary artery recanalization on right ventricular function
in patients with acute myocardial infarction. To do so, we
studied all patients with evidence of right ventricular dys-
function associated with inferior wall myocardial infarction
Figure 3. Right ventricular wall motion score (RYWMSj in the
three patient groups with inferior wall infarction. Abbreviations
as in Figure 2.
3.0
2.0
RVWMS
1.0
from a larger group of patients in a prospective. controlled,
randomized trial of streptokinase administration during acute
myocardial infarction. Our data confirmed a high prevalence
(63%) of right ventricular dysfunction in patients with acute
inferior wall myocardial infarction and are in agreement with
previous reports (2,3,6-10,12-16).
For the most part, the results were concordant among
the several measured indexes of right ventricular function
(even with the limitation of the small numbers in each
subgroup) and were indicative of right ventricular dilation
and hypocontractility on admission, with subsequent
improvement.
Pathogenesis of right ventricular dysfunction. The
pathogenesis of right ventricular dysfunction in patients with
inferior wall myocardial infarction deserves discussion. In
many patients the right ventricular dysfunction is undoubt-
edly due to right ventricular infarction, as has been shown
pathologically (3,36) and by a positive right ventricular
uptake of technetium-99m pyrophosphate (13,14). In some
patients, it may be due to transient, reversible right ven-
tricular ischemia resulting from right coronary artery oc-
clusion and in others, the right ventricular dysfunction may
be secondary to the left ventricular dysfunction. This latter
mechanism, while it may be operative in some patients (17),
appears not to be a preponderant one since patients with
anterior wall myocardial infarction, who usually have worse
left ventricular function and more pulmonary hypertension,
seldom have right ventricular dysfunction or infarction
(3,12,15,16). Two of our patients with right ventricular
dysfunction had occlusion of a dominant circumflex artery.
Although the explanation for this association is not clear,
it is interesting that dominant circumflex arteries may pro-
vide branches to the posterior wall of the right ventricle
(37).
In the experimental animal, extensive right ventricular
destruction may have minimal or no hemodynamic conse-
quences (38-40). However, evidence of right ventricular
dysfunction may be uncovered by a disproportionate in-
crease in right heart pressure after volume loading (9-11,41).
For this reason, it has been postulated that other factors
contribute to the right ventricular dysfunction in patients
with right ventricular infarction, such as the associated left
ventricular dysfunction and particularly the involvement of
the posterior interventricular septum that seems to be con-
sistently present in patients with acute right ventricular in-
farction (3,36).
Natural history of right ventricular dysfunction.
Although the pathogenesis of right ventricular dysfunction
may be multifactorial, it appears that improvement is the
rule. The improvement in right ventricular function occurred
in patients with successful coronary artery recanalization as
well as in patients without recanalization and even in control
patients in whom recanalization was not attempted. Our II
patients with positive right ventricular uptake of technetium-
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99m, in whom a diagnosis of right ventricular infarction
may be more definitive, had a similar degree of improvement
in right ventricular function as did the 8 patients with neg-
ative technetium-99m pyrophosphate uptake. Although some
improvement was seen in most patients, in several patients
right ventricular function remained subnormal by 10 days
after admission. That complete normalization would occur
at a later time cannot be inferred from our data. We have
previously observed (41) that the hemodynamic and radio-
nuclide manifestations of right ventricular infarction dis-
appear at 2 months in most patients, but can be provoked
again by fluid challenge or exercise. Preliminary informa-
tion from other groups of investigators (42-45) also suggests
that in patients not undergoing coronary recanalization dur-
ing acute myocardial infarction, the right ventricular func-
tion improves spontaneously with time.
Right versus left ventricular function after recanali-
zation. This improvement in right ventricular function, which
occurs regardless of coronary recanalization, contrasts with
our previous observations on global left ventricular function.
The latter appeared to improve only in patients who under-
went successful recanalization, provided that the initial left
ventricular ejection fraction was less than 45% (26,27).
Regarding regional ventricular function, in the present study
we found that although the abnormalities in the right ven-
tricle improved in all groups, the left ventricular regional
alterations improved only in patients who underwent suc-
cessful recanalization.
Limitation of study. An important limitation of our study
is the small number of subjects in each group. Thus, with
the present numbers, a clinically relevant difference in ejec-
tion fraction of 10% between two groups would be detected
with a power of 47%. For us to detect a true difference of
10% between our groups with a power of 80%, 14 patients
would be required in each group. This limitation does not
invalidate our finding of improved ejection fraction in all
three groups, since the probability of these findings being
spurious would be very small (alpha error <3%).
In conclusion, this investigation demonstrates that the
right ventricular dysfunction commonly associated with in-
ferior wall myocardial infarction is usually transient. Im-
provement in right ventricular function appears to be the
rule and occurs independently of the success of coronary
recanalization. Further studies using larger number of pa-
tients will be required to confirm these observations.
We are grateful to the nuclear cardiology technologists at Methodist Hos-
pital for technical expertise. to Robert Roberts, MD for continuing en-
couragement and to Laura Adams for secretarial assistance.
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